Skiagram shows a complete left pneumothorax with a fluid level, a left pleural hernia projecting to the right side of the mediastinum. The heart is displaced to the right.
Dr. MORLOCK said that the interest of this case was in its treatment. From the history and physical signs, there was no doubt as to the diagnosis. It was obvious that the pressure pneumothorax had to be relieved; in doing this there was the danger that the child might have bled severely into the pleural cavity, but it was decided that this risk must be taken, and that, if necessary, a blood transfusion would have to be resorted to, to combat the hEemorrhage. As events proved, suction drainage did not induce increased serious bleeding.
Once the suction drainage had been established, how was one to ascertain when it was safe to discontinue it? The intrapleural pressure was taken, at hourly intervals, the drainage being temporarily discontinued. When the intrapleural pressure remained constant for three hours it was decided to withdraw the cannula from the chest, and so stop the drainage. The child was carefully watched during the next twelve hours for signs of returning pressure pneumothorax. Skiagram of chest shows no abnormality. Skiagram after injection of lipiodol shows no bronchiectasis in middle or lower zones. The patient has marked clubbing of the fingers (typical "drum-stick " with curving of nails in longitudinal and transverse directions) and slight clubbing of the toes (as indicated by cyanosis at base of nails). He states that he has had this condition as long as he can remember. His father and one of his brothers, both living in Cyprus, have similar fingers. Two other brothers, four sisters and his mother are unaffected. He does not know whether the children of his married brothers or any other member of his family have a similar condition.
Skiagrams of hands, wrists, toes and ankles show no definite'abnormality of the bone, but a comparison with the films of a pair of normal hands shows that in this patient the distal ends of the terminal phalanges are perhaps a little more splayed out.
The interest of the case lies in the demonstration that clabbing of the fingers may exist without visceral disease. Dr. Parkes Weber [1] in 1919 reported two healthy twin brothers who had clubbing of the fingers and toes, also the case of another man whose fingers and toes were affected and whose father, three brothers and a sister were said to have the same condition. Other similar cases have been mentioned or described by West [21 in 1902 , Von Eiselsberg [3] in 1911 and Ernest Lewy [41 in 1921 I believe that clubbing of the fingers is usually considered as the early stage of what may ultimately become chronic hypertrophic pulmonary osteoarthropathy; as clubbing may occur in toxic conditions other than those associated with the lungs, the word " pulmonary " would appear to be wrongly used.
It would be of interest to know what really causes the clubbing. Histological examination of cross-sections of a post-mortem amputated clubbed finger in a case of abscess in the chest, reported by Sir Farquhar Buzzard [5] in 1901 showed no changes in the bones or joints, only an excess of subcutaneous fat in the pulpy end of the finger. Is the -histology of familial clubbed fingers different ?
When comparing the fingers of the patient with clubbed fingers in several cases of advanced pulmonary tuberculosis, it was noticed that the ends of the fingers were much more bulbous, the widening commencing more abruptly at the level of the most distal interphalangeal joint and also that the ends of the fingers were hardly cyanosed.
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Ont examination.-Right ptosis; weakness of upward and inward movements of right eye. Pupils equal; react to light. Other cranial nerves normal. Ocular discs physiological; retinal arteries sclerotic. No other abnormal physical signs in the central nervous system. Some pyorrhcea.. Brachial arteries tortuous and thickened more than is usual at this age.
Blood-pressure 240/130 (silent gap). Wassermann reaction negative. Cerebrospinal fluid normal.
Progress.-As the diplopia appeared the headache began to abate. The diplopia, itself lasted about three weeks, but there is still has right ptosis.
It has been questioned whether this case should have been designated "ophthalmoplegic migraine," in view of the fact that this is the first attack of diplopia.
It was so called because this man, who in the ordinary way does not suffer from headaches, had had three months previously a similar attack of severe temporal headache which lasted seven weeks, but was, however, uncomplicated by ophthalmoplegia.
It should be emphasized that ophthalmoplegic migraine has frequently no relationship to ocular migraine. The recurrences take place at much longer intervals, often months or years, and the palsy is preceded by a headache usually lasting many days before the onset of diplopia. The oculomotor nerve and, sometimes, the sixth nerve are most commonly affected and the weakness tends to diminish after the first attack, but later may become permanent.
The pathology of this condition seems obscure. Some suggest that it may be due to a neuritis of the third or sixth nerve. Others, however, believe that a vascular lesion is the underiying cause and this is certainly possible in this patient as he has a blood-pressure of 240/130. In this connexion Dr. East has suggested that a small aneurysm may, by pressure, be causing the symptoms. The normal chemistry and cytology of the cerebrospinal fluid exclude a leaking aneurysm.
That a thrombosis or hamorrhage in the mid-brain should cause such a lesion seems unlikely, in view of the unilateral distribution of the palsy, and the occurrence of relapses with identical symptoms.
